%2 WEZHEHE 4 WENEBEEZHOETREFICLO
HEEVNZRDSNBHERE T

No K%
(1) AIH vs nonAIH (2) PBC vs nonPBC
P98k Poral fibrasis 6 12 3 AL
Portal inflammation o 12 3 ANA ANA
Lymph follicle . + AMA AMA
Eosinophuls 0o 1 2 3
Plastna cells o 1 2 3 lgG [gG
Granuloma + lgM lgM
Pigmented macrophages - + ALT ALT
Bile duct injury O 1 2 3 ALPJ:t ALPL[:
Granulomatous cholangitis o 1 2 3
Periductal fibwosis + ALP/ALT ALP/A LT
Bile duct loss o 1 2 3
Interface hepatitis a 1 2 3
Atypical ductular reaction o 1 2 3 e . . . N
Rusette formation 0 1 2 3 ®S. WERAMICLDH EEXNRY SRARRET
BHE®  Lobular hepatitis oL 2 3 (1) AIH vs nonAlH {2) PBC vs nonPBC
Zonal necrosis + Ponal fibrosis* Portal fibrosis*
Bridging necrosis + Granuloma™ Granulama®
Submassive necrosis + Si:e ‘:“C' :nj'-'ﬂ'* Bile duct injury*
- , ile duct loss* Bile duct loss*
A.ud philic bodies * (Gmanulomalows cholangitis® Granulomatous cholangitis®
Pigmented macrophages + Inecrface hepatitis® Interface hepatitis*
Bile plugs * Atypical ductular reaction Atypical ductular reaction
Mallory bodies + Rosetle formation* Rosette formation*
Feathery degeneration + Lobular hepatitis* Lobular hepatitis*
Syncytial giant cells . Zo_nal_nccmsis ‘ Zonal necrosis
Bridging necrosis Bridging necrosis
Submassive necrusis Submassive necrosis
LA o ! 2 Acid philic bodies Acid phiic bodies
BoER{l - + Pigmented macrophages Pigmented macrophages
*BREST 7 — REE Bile plugs
Diagoosis PBC stage | 2 3 4
Early Cholestatic  Hepatitic
AlH Acute CAH Cirthosis  Acule on chronic With duct injury %6 %%E%%ﬁl*;n@#{éﬂf'ﬂﬁ Lf’é’ﬁéﬁﬁlﬁﬁ
Others
(1) AIH vs nonATH (2) PBC vs nonPBC
ALP ALP/ALTLH ALP
ALT AMA ALT
. N _ . AMA bile duct injury AMA
3. BATICEN LCABEMET EEO M (h&ERZMNAL) bite duct injury : bile duct loss bile duct injury
bile duct loss rosette formation bile duct loss
Cut-off valuel iDL 0 R E L 1 rosette form‘aqon : Tobular hepatitis roselte fom\.ayon
loblar hepatitis H loblar hepatitis
@ Gender MorF i
® ALT 120IL/L tor | 4 4 4
@ ALPLE (HBERMEICNT D) 1.3 Tor | RSquare=0.9308 : RSquare=0.8317 RSquare=0.8730
® ALP/ALT 15 Tor |
@ 16 2200mg/dl T or |
® M 300mg/dl Tor #7. OYRTA v 5 AREFLRBERICHT SR (estimate)
® ANA 40f% Tor | (8 5 A ARAE B 5 )
@® AMA 205 Tor |
(1) AIH vs nonAlH (2) PBC vs nonPBC
Intercept -2.317497% -1.8892573
ALPlL 4.64507947 2.01278936
ALT 394281863 2.01849363
AMA 3.48829853 2.08971231
bile duct injury 473156635 2.98965759
bile duct loss 3.32347281 247111546
rosette formation 2.22395846 1.18755229
lobular hepatitis 3.27471466 1. 85914387




X8, HOREMKBENOOI AT v ZERET F12. BHBEZWCHT SERLM OB (60200
M AT I {=0EN] P20.70
P= ! 1R (B7R)  |Alt I8y (88.3%) |AIH
T +expl-(by + byx, + by, + byXy + byXy + byxstbx +boxo) AR b o [ a4 R
B (4%) PRC 22 {10.0%) PRC
In case of P>3.83, diagnosed AIH or PRC 1 t6%)  [AiH 17 {(60%) (AR
- 1H)=0.008~0.R20 P(AIH)=0.302~ Q375
P : Disease probability e | s o | " lnracioim o
227 (R1%) |PBC 260 (92.5%) |PBC
b, : intercept T (ass Al 7 (a3%)_ |AH
arm PLAIR)=0.008
b,-b, :the estimate {regression coefficient) for each variable Fac ol s aen T !
7 (50%) PRC 12 (5. 7% PBC
X,-X; : the value for ALP, ALT, AMA, bile duct injury, 0 @) |PBC 2 (M) [PRC
bile duct loss, rosette formation, lobuiar hepatitis AlC 3| 2ew e !
3 {12%) AlH 3 {12.0%) AL
7 ORE) AJH ' {20.1%) AR
overlaptEltsE | 38| 7 Qe 2:;2‘)3“;‘::‘;:“‘; 2 {5k ':(;;'é')j’ﬂﬁj)m
24 {63%) PRC 2R (73.TR) PRC
%9, FHRE-NERZN -BERICHTLBEEE (1=269) I8 {6rk) A M o) A
thers T T a
PPRC)=0.805
1} ALHZBOEE (AIHRID 5 08 P(ATH)Z0.85 b Le) e o nem
(AIHY2(F, nonAIH1T7H)
I (sensitivity) 86/92  (93.5%)
WREE (specificity) 1771177 {(100%) #13. HEZWO—HH ELE vs HEE)
BtErrp R (PPV) 86/86  (100%)
IE#Z%® (accuracy) 2631269 (97.8%) BEan; —BR kappafi
2) PBCEIGHE (PBCHIZ S D&EES) P(PBC)Z=0.85 _ .
¢ PRCITSH.  nonPBC94H) bile duct injury 284/438 (0.648) 0.183113
W (sensitivity) 156/175 (89.1%) . _
FRE (specificity) 91/94  (96.8%) bile duct loss 301/446 (0.675) 0.285631
BiEmihE (PPV) 156/159 (98.1%)
IE2 % (accuracy) 2471269 (91.8%) rosette formation 337/430 (0.784) 0.302849
lobular hepatitis 316/441 (0717) 0.350821

£10. FHEHBEZSH BRI BTIBRRBE I (2696

B | M PZ0.85 PZ0.70
86 (93.5%) AlH 87 (94 6%) AlH - - —r
AlH o & (43%) PATHI=0 308 ~0 B4d 3 GaE P(ATH)=0.398~0.528 ﬁl“. ﬂﬂffﬁ%@’lﬁﬁ'f—ﬁ ttgé
) PPRC)=0.091~0.411 N PPBC)=0277~0.411
2 (2.2%) PBC 2 {2.2%) PBC
0 (0% AL a (0%) AlEl P e R AT ’;:_‘IPK‘;L‘;:;"&?QE&@I&N?
~(57 (0627 ] - ! . -8l )
o P el IR e “ PECR R e wa ma
18 (902%) |PAC (6l (2% _|PBC A ANARE 309 884 545 213 36 13 2775 262
0 loR)__ A D {0%) Al I ANABE 20 8§50 460 574 74 15 2308 288
PSC 2 | IS0.0%) PAIH)=0.008 0 {om) H D U ot U st et S S S st S
P{PRC}=0.805 AMARRE 24 2390 358
1 (00t |PAC 2 (100%) _{PRC
® (72.7%) |PBC 0 (90.0%) |PEC ; AMARE 338 851 557 66 1. 20 1781 456
aic || s emm e | L1 e LC_AMARE 67 909 560 67 10 23 1693 373
LU L o lom AWM L M3 BRO 573 75 08 23 1911 289
overlapf % B 52 904 525 186 21 20 2398 497
Zil. FREZHOACLLBMIEE Ao o6 02
1) AIHBWIHE (AIHBID S OB P(AIH}Z0.85 © enan
{AIH2149 E. ®idw
. nonAlH38REF:} i . ) B . B
s (sensitivity) 186214 (86.9%) HAEICHT L H ORI R B OR RV S M % 1T
¥RE (specificity) 342/388 (88.1%) -7,
BBiEsrhaE (PPV) 186/232 (80.2%) - . e gt e _—
iE 1} Exclusion crit LY - |
IEZ#R (accuracy) 5281602 {87.1%) ) C‘it’ _\_;\ntena'(ﬁj;;éhf R IEIERT A
2) PRCENMIE (PRCHIS 5 ORI ——— Bidmmigmic kD, K&E<AIHE. PBCEIZ
2 i) by i = g . A P o
: VI /]
( PBC306f, nonPBC296{R.) “orEh. ?_‘rﬁﬁh%a E‘:‘{ilf“t LI_J']"&'“:I@@T);&
A (sensitivity) 2471306 (80.7%) THoHlr. TOMKIZHOCREMITEBREIZ DO
BrRE (specificity) 2511296 (84.8%) M LK BETHEEN T e RLTH
BtErhE (Ppv) 247/292 (34.6%) %
EZ#® {accuracy) 498/602 (82.7%) s L
2) VRIEOBEKEHICERELZDETFO DI,

B EZHO A —BAH LT ARSI,



3) BEOIAT 1y VRATIZE D, BIREN-T7TD
GMFAF (ALT, ALPL, AMA, Bile duct
injury, Bile duct loss, Rosette formation,
Lobular hepatitis) # At/ BT BEMETHERBD
m M EERL., TORHEZHSMICL
7=

1) TOHBXERVWASIEIZL O, 2R oE F
MERREL 2D T EAUREN, BEHICAUE-T
LHHATHH I EMERINT.

5. AZBROMPE BRSPS ETH S,

F. #5¢
GEIOT A — AT W T A Y
IIRABE L E9,

NTTHEAAR R, BRER RSN E W
W, BERORFIEFAN CNEL JUINERRFE N
Bl RS NEERCE, B HGER
B BRERTTLRFEZRE AR, BILREES
B—NFL BREERREBZNR. EFERKER—
NFE R RFEEFERRRRE — L AEKKRF
PEAF B R, SUERHT LR BRI N R
=, BIRRFVARRE @R, SRR
ARE—PURE. UM RSP RSB R, BN« A
ESTHER2I0F S NN i R R ] s & NN
BRFEERE AR Ll KRFEFHE N E
Fo FNERRFD AR, SRR TR G R
WECHE -, ETRIERREIFCSRR, BNNER
B, [EISZARBUR R R, [E ST Rl o U B R AT 7R
i, Sl O IERE Y > & —il kg Rt ENLEERERT
Watmbe, BB RAEREEM LR, EEERX
FNFL RAEERAER=ZRH. ABRERKFEE N
o ZRMBENEL ZEESTR SRR 57—
HIEPRSER RS — IR B R R E PR
—HBE, ERENKFRRNES HRRBRILETR
kT, EHGERRFEHCENEL. R b RESH
e, fha B sURB R R RKIHRZER IS —
MNEL R E RS MR RFIEFERHICERNEL.
Ea/Z ARl (EMARFEFHE AR FieKFEE
BTN, NTHREFARFEES TR, sEEA
FAEN TR > & —, ARG ERE T
& —HECERNEE KBTS A IR 5B IR A e 2 =
WEL KBRS A R, RIS 7 1
HE AR, BBCRFRFE DR SRR FE S
LA, RIS RFEFABE N RIERFEIKFE
ERBM R IR B PR, A ARSI EERE 4 B,
REFPEFHHEACESNTL, B R F AR 50
B, BGULAEFT Rl FHABEDER AR, HUTE
HREHRFMEBE =R RREERENKENE
FaRlE. RS TIEARFLENM. Eadamit. ®
SUB{SRBEILEE R RaURA S RmlE, HEIK

FIEFAATEHBE B, BUCA AR AR LB EL
HIGRIE R £ R FHLEGS R, ERRKFEFEE N
B HERERAER WL RRER RS TINFL
AR A b, R R E PR N B B,
SREERRFBZANEAEE. B RACEINRS
=L deigiE K SRR B = R, BRI
IRBEH LR INEL, & B A IR S = N RHTFR B 7¢
. BRERKFEEEE—MH, BOETTRMBE LS
B B AR B 2 SRR R R RHR DR
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BARAMIREMBIE RrEREBS MR EE)
SHERIR S S

(2) BERBHARIZB T L RERED T OBEF 2 EOMHT

EEFRE FH OBECKE R BESEHREAREEE

HALSEATIR AR B8R

BIRER -

(E6) Bk TR ECKEEAT4 (AIH) &cviotoxic T tymphocyle antigen 4
(CTLA-4) B{EFEREFBBZINEOBMENRHBINTHLS, REAGHAEADAIHBEED
CTLA-4 - interferon gamma (IFN-7) - transforming growth factor 81 (TGF81) -
interleukin-12 3(IL-12 8) B FE R /T L, HEBCEM - BIKHKES OBRES B L7,

(HiE] MBITT1 74 —L R bEHAITHEBEES 4, R/ A%,

(#F] CTLA4BIEFROBM TIZAIHEE (G/G 51.1% A/G 383% A/A 106%) Tidid®
N (G/G 40.4% A/G 50.0% A/A 9.6%) IZHARG/GBIGTRAZVLAMEZED M, HiFEN
HEEITGENTE Lol TARELOMESEDM -, FOMIFN-¥, TGFA1, IL-128
BLEFHOMEER., FALEZEDT, HELOBELEDRM S,

W7 H

g Bh HRBELEBRS
NEHFRE  E{asATNE B
WEFAE  HCRRITRNE BhF

KE w2z WEEESER K
WEERE WA ER

A, BFRBR

oSN % (AIFD) BZORECRENFLE
BAHFOBEORSAFEZLSN TS, BIffE T
B EROBRTIEHLAZRLIITThONTERE, B
ITEK ¥ TCytotoxic T Lymphocyte Antigen-4
(CTLA-9) OB TEHEEBRESNE & ORENHE
TN, FHLABRBESIMBEFVEHIN TV S,
LALEBECHERORLGDZARATE I ARITIERE
Tz, F7Interferon gamma (JFN- 7)),
trangforming growth factor 81 (TGF 3 1), and
interleukin-12 3{1L-12 32 EDH1 b1 HAIH
DREBIZEHEL TVDEEZILNDN, THED
BiFRHORHLEEfTbhTWERL, FITHER
ZI3CTLAAEETEMIIMA. IFN-v, TGF 31,
IL-1I28 OBETHOLRITL, RERZHLFEICE
ADHEEAmat L,

B. WALk

HPELFBLLLFREMEEE-. SHEELE
T HCOCREMEHRBES IFIEBEANIIATH S,
HH O AETDNAZHIM L, CTLA-4, 1L-12 8@z
FBUIPCR-restriction fragment length
polyvmorphi-sm (PCR-RFLP) £ T. IFN-v, TGF
3 1# {7 ®iZamplification refractory mutational
system (ARMS) PCRIETEE L /=, BRI D

B 2 BT, WAE S OM#IZ Mann-Whitney U
BETCHML 2, RBEHGIET -EDOFHE
R I2HFEAAEE AR FEIRESO (ST RIS
(BT S MBS I G T DO DIESH) CiTE
FNHEZBOOEE - P23 Thila> T3

C. WY

ATHEES I A OB KFEBIIUL FOBRTH - /- (£
FHEREEB L), LHEM483 1195, Hikt
3% 484, EHAST 468.1+87.9 IU/L (CH&HE
< 33 1U/L). EHALT 511.0x75.8 IU/L (IE 5 #iF
< 35 [U/L). ¥HALP 437.8+53.0 IU/L (F % &
< 300 IU/L). ¥EHTRBil 2.8+0.7 me/dl (QEF&HPH <
1.1 mg/dD), ¥81gG 2665+ 144 mg/dl GF i
870-1700 mg/dl). ANABMHEZE100 % FFWLEH 6
% (11.8%)

CTLA-AE{Z FRORF TIXAIHEE (G/G 51.1
% A/G 38.3% A/A 10.6%) TidREA (G/G 404
% A/G 50.0% A/A 9.6%) IZLEXG/GHBLTRAE
WM 2RS4, W EWa g BEE3EMTE an
of. EFREEOEELEDLEMN -, FOMIFN-
v (ATHEE (T/T 0% A/T 21.5% A/A 76.4%) vs
BEA(T/T 1.0% A/T 17.0% A/A 81.9%). TGF
B UAIHEHF (C/C 22% C/T 48% T/T 30%) vs &
WA (C/C 34% C/T 38% T/T 28%)). IL-12 3(AIH
BE (A/A 29% A/C 38% C/C 25%) vs it N (A/
A 27% A/C 50% C/C 23%)) Mz TR OHEII RS
ANEEZRBEHT, FEEOMELED ST,

D, %8
5 TIEAIH - BREHEEITEE (PBC) o¥kAR
RSN EICTLA- 4 BETEREOBENREEINT



Wa, S Ot TREEEZIFHRETERN
b0, BERTIZERATFICLLG allele®HHE
AELHFHIMCKE TOHE SR TH - /- TWCK
DL THBATER EWESORERETENTY
a)7f?§ SEIORRG TR S ORIHZED s o

. BEO#EENEELLTWAREE, EFE
0);5;@\_417 LONEALNS, LA TH f’ﬁiﬁ@‘“ﬂﬂ:
FIE ORI OB T OIS & RO EMNE S
HulfEtEid 5,

E. &

HAEICE T L EH D REMI L EDOCTLAA,
IFN-7, TGFB 1, IL-12 B {ET 2 MO E T,
EAEETOHIEOREET S .

1) CTLAABG THRANTOME, AITHRE TR A
WG/ Gl (G RIS L i 2 R - A%, BEET
AT EETYTELR M

2) CTLA- AT 28 S5 s OB oK
ot

3) IFN-7, TGF 81, IL-12 B M5 T £ R OB O #5
RO INSOMETEMES BN - WNELO

Wiz s hila o i,

F.o B 4 i
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L.

2.

3.
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1) KBz,

mahmahdet. BRTFEES. F[ﬂﬁiil;kﬂ'li
fth. CTLAABG TSR & BFEFE PR RE £
xr*”k =P, SREE & D R ’3337@[1&5[%%
2 (2001900117, M)

ﬂmz‘ rrASaLRE . BETRUEH. FTHIMILAER,
fifi. IFNy » CTLA- 1B {EFER & He i AT
BOBO B BB, WIE S OB, F5H AN
fo 22 (2001 10H17H . BLER)

KBy, @aiEants. SEaiH. A HBKES.
fith, BTSRRI PERT R O 8 - G EEICRE BT
Z 0GR T OB T2 RO 8. E29E0
AR SRS (20014 12H 108, KB
AU AT R D IR BL
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REMFIERGEHE GrERBESRMEELE
SHOT R &

(1) SHERERB RSN R ORE
(2) BCREAMFRICBIB7NAANFIA RLE Sy - BORBERF O KGR

WRIBNE L FX BHURZRZRMELE - FE - SRERNRE 80

MREER: (1) SMBEMNEHORREITRORE . BCREMITA0mMITE, SHIF K%
DRIELZRTEGOFET D, SHEAFRBRICRIEL ZECRIGHIT R (AR RER BT GEHIT
R) OBDINEE. MHREMERECOVWTRHALL, ANBEYEDREEIFA T, wHYED
SUEAEAT 21T LEde U T ALTIE S £ L2745, i 1gG 3 & FATH Scoreld & & 12 Ik {fi &
ALz, BHFREMACREMERITOREMARKS TIE. Staged BUERNSZD 7. L,
3FITIIStage4 THY, BUHAOBMMELEZ SNAEROHELE. ANRENE D65
HRFEADOD B, 1HIZRNEF4 & U THEEL., £SERROIFSRAETI NS,

(2) HCREMIFRICBI 27N IINFIA FLE 7y FORBERTOA RIEHIE
HOAREMAFRDOBEE, Prednisolone (PSL) M RICEE L T, RO THOY L T2
IWFIAELETH— B(GRB) MRNAOFRIZDWTHRITL . BT %IEMAT 4 B #3404 % 1
FEL, RFMY 2 NERICBIT DGRB8 ORBIIRT-PCRIFIZE DRI L7, GREDEBRITED
REMHRBRETHERIRETHD, IOICATOC RIGREREIE BREICHET S -, &R
PITIIGR B BT 15.8% Th /=A%, BHRAFI TIIGR B HEII8T6% EHBIERTH -/~ &

ML Y 2 NERIZ BT DGR B ORBUIPSLIGEHM RO FRICH 5T 5 dlfeteAtmmg T h s,

(1) RSN E RSP S O RiE

A WFEBAKW

Bl RS0, Filhiikiz & @ 8 O UK,
ElgGIAE 2 F5 8 & ¢ 2 @IS BT & Th B4, 7t
PIIBEHC RN % L ToMMMEEKGs mE T
B RRICRIET AW OFEET D, 56, 2t
RARCHRAE LRGN 4 (BAMRERG O RE
HERF22) OFREEHISMICTZEHMNT, BHERAEL
B HHBHRGRIIOWTEMNBES RIEMITF A&
BT L 7=,

B. WAL
SfFEMACREEFRZICOVT, BTok 3
EFELUI2. 1) O ESRNL < AMIF A0 RRIE
ERT, 2) FRVALZADEROMEMNGEIN
5. 3) BUMIURE IR UER B AR I BB
THhd, 3) ATF0OA REHITEEHIHIR N ELD 5 R
Y. INOOERER-SEROFAE, koAcG
PERF R OB ARIRIE 2 R IREH (ERAYE ORI HERT
) 29F O ABIRSEE R R EAS R, B LU E LG
Iz DOWTHEBHEL -,

C. oIR&E

SRR R R & E A E O R 4
T, - PHICHBRIRES o hiano =, ARK®
ALTOEEHAIR., [HERIEMEC REMITAT1034
583 IU/ITH Y. FRAE S RGHENTH2234+236
IUMNMZHEBL THECSH TH 7=, MiEleGian
FEEIISHERERE D GEHIT & Tii2463+654

mg/ml&, ERAE CRIEMAT%433114£1121me/m]
IZHE L TRETH - -, MEOM THETKEER
CRERERED N7, ANEENACSK
BEHERT 2 O filvh 2 Bl P ke TH - -, DR2
HBHWIZDRABHFRIZE TS SN -, AIH
scoreld. EMRBEMBECREMTATIZLI2.3+35
& MY KRB K164 2210 d U T E(H
THY, 10HRKMORER S 2 FIrF{E L7, SeisiisiH
AR, ERMECRIEMEIF LT RICLEH TS
27,

R BHI& TiL, Modified HAI scoreT. A, B,
C. DOAO7IZHEFREAZET#O SN0l &
M FEAE R B C S MERT K TZone 3 necrosis® i e
#lHND SN, Staging Tid, SHEREMNEDGE
HIFRTEVIEFANEN S, LAL., AftEEC%
B RDIMTE 3#13Stage 4TH - 7,

—h. BMFEME QKRB RO AT, BlE
46 & UTTHHE L 72 Bl B 1240 U e TEBITA48 D &
T, AKBBRE TIATBI 16.86 mg/dl. AST 442
[U/1. ALT 399 1U/1, 1gG 3125 mg/dl. Uk
2560, PT 30%Tdh o/, RIEISHHEHT I IET1%
FREEAIA SN, ML, FEESBEN £ KT 5
H, [FRECRIEFAESNT ARBAOAE A%,
Donord U TH R HITFERE 2 Wi T L, fdnl 2 7=,

D. B%

PRI A E ORI 4 9 B & B B St
FER2961ZDWT. BRIKBRAERE. IFREHAMKGE
e L . BMERER T RSN A Tk, R
FE CREE AT LT, ALTIIZE IS A



THBoM W eGIITIEMTH o/, iifilgG
2. 2000me/dILL R DSEFIHT O Bl 3 #EE L fr.
—Ji. HiREPURREME®E E 9 FI b 2ETETE L Fn. I 5T,
Al score® 2 RBAER B SRR 4 TH EIZ I
THol, NSO EMma, Bk TEE R E sk
HEZTid, A E SRt NF Rz ks U T EEl%
AP RO IR RIC Z L 2 EAURIE 2 17,

=i TR BRI LG, R e A B S PEIT %6
TZone 3 necrosisDigAEH LD GBI/, 2k
ELTHEREGZED S NEh o -, Staging T,
SRR E QR R TV ERI A ZE K A s
A%, 3@ TIEStage 4 Th -, BIKEE Tl DM
WM TH - TH, MITIEIE oD EGE L
HIHFLEENS AR E N,

—J., RS OERDISMITEEEENF & & U TRIE
Lizdiel & s, DAL D BHENT4 & U T3
LA-HCO RS RoEAbHEIN TS, Sk
L BRI RS S e e P R O eI B O Rk
PEF 2 & U TOBRKMEEIZZ L LiER b H DL iz
B A TE VBN 26, FRivh ot o ik
ROLMTIZHDQIEEIFRIZE DBE R E EN
T g bR I N5,

E. B#&

Bk T B ORI R O A T B S SR MY
KELTOERKMNSSIZZUWERSS O, F -5
B R S A SIS PR B OB s L s i &
GEND, IS0 AR E ORI R D s
IZBNERT R & L TRET AN H S FEN 5,

(2) BadEftirgicsdayNaan+a1 KL
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LI EMNSAMAIIENTHLS' . CYP2D6 geneld21 5
HiLL b OpolvmorphismiRE I TH N,
CYP2D6*1 (extensive metabolizer) M &CYP2D6
'5 (complete deficiency) T4 L, phenotype
EHELTNWSY SE. LKM-1 FEBY#HIz BT
CYP2ZD6 genotype® fgHT L, A IRV /2phe-
notype8HEMIITHZEEEAMEL =

B. WFRAIE
1. R
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CYP2D6 allele@#EEEIT LKM-1 HUABH #] (n=20)
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1oMFREFNLIF (0.050) THo7-. —H, LKM-1Hi
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£1 LKM-1in&EMs & U8t C BMEHF X IZ BT HCYP2D6genotype

Allelic combination A:LKM-1 (+) B: LKM-t (-} General control P
) CH-C CH-C # [A vs B]
N=10 N=36 N=0§

*1/*1 7 (10%) 7 (19%) 18 (18%) 0.007
*1/*10 1 (10%) 14 (39%) 33 (34%) NS
*10/*10 0 5 (14%) 17 (17%) NS

*[/*2 1 (10%} 2 (6%) 7(7%) NS

*2*5 1 (10%) 0 2 (2%) NS
others 0 8 (23%) 21 (22%) NS

#Tateishi T. et al. Clin Pharmacol Ther 1999; 65:570-5.
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